The concurrence of multiple sclerosis (MS) and cerebral glioma appears to be rare. Only 12 cases have been described (Table) in reports which were wholly or mainly concerned with the pathological findings. In six cases there was a pre-existing neurological disorder due to MS before the onset of that due to tumour (MunchPeterson, 1949; Matthews, 1962; Barnard and Jellinek, 1967; Boyazis et al., 1967; Aubert et al., 1968; Mathews and Moossy, 1972) ; in the case 1 Present address-St. James's (University) Hospital, Leeds, 9. described by Mathews and Moossy there was peroneal muscular atrophy as well. In the other six cases no clinical diagnosis of MS was made, plaques of demyelination being an unexpected finding at necropsy (Scherer, 1938; Zimmerman and Netsky, 1950; Brihaye et al., 1963; Russell and Rubinstein, 1971) . Contiguity between tumour and plaques was noted in five cases and multifocal tumours were found in three, being generalized gliomatosis in one. In this, the first case to be reported (Scherer, 1938) , there There was a fairly recent operation scar under which the dura mater and the brain were adherent and bulging; there was some haemorrhagic softening in the right temporal pole of the brain with a peasized indurated area which could have been residual tumour. The brain showed no other external abnormality but section revealed subependymal scars in the lateral and inferior walls of the lateral ventricles, the larger cutting into the brain tissue to a depth of almost 1 cm on the right side. Elsewhere, there were typical rounded plaques in white matter both of the hemispheres and cerebellum, involving the olivary nucleus on the left side. Some of these plaques, which measured up to 5 mm in diameter, showed central congested vessels. The cervical cord was normal. Relation of tumour to plaques There was contiguity and in places overlapping of the two types of lesion (Fig. 7) . Clinical assessment in at least one of these cases was hampered by the presence of optic atrophy. This was case 1, in whom it was sufficient in degree to prevent oedema of the optic discs and retina, despite marked intracranial hypertension. In case 2, optic atrophy was appreciable only on the left side and only as temporal pallor of the disc. This restricted oedema to blurring of the nasal margin of the disc, while on the right side, contralateral to the tumour, there was gross papilloedema by the time of the final admission. Behrman (1966) , in his review of the mechanisms of papilloedema, holds that the glial sclerosis of optic atrophy makes the disc compact, preventing oedema. Presumably, it also stops the blush of capillary proliferation on the nerve head which is characteristic of papilloedema and which is best shown by fluorescein angiography. Such gliosis may be responsible for the fundal appearances in the Foster Kennedy syndrome of optic atrophy on the side of a retro-orbital tumour with contralateral papilloedema. This explanation is preferable to that of 'protection' of the disc from engorgement by obliteration of the perineurial subarachnoid space by the tumour as papilloedema can occur despite such obliteration (Behrman, 1966) . Other clinical features in the present cases were less liable to give difficulty. In neither case 1 nor case 3 was the coma typical of that which may occur in MS due to plaques near the third ventricle; such coma is characteristically rapid in onset, deep, accompanied by hyperpyrexia, and recurrent (Castaigne et al., 1966) . The transient response to steroid therapy in case 1 might have occurred in either MS or tumour.
The occasional development ofgliomas in cases of multiple sclerosis is now an established fact, but the number of reported cases is still small. Whether the paucity of data reflects the true incidence of neoplasia in MS is uncertain. Postmortem 
